Unlike conventional ileostomies, ileal faecal reservoirs often become inflamed. The first reservoirs were continent ileostomies and follow up studies soon showed histological features of mucosal inflammation.' Similar changes were found when pelvic ileal pouches were examined.2 The clinical entity caused by mucosal inflammation in a pouch was first recognised in continent ileostomies3 and later in pelvic ileal pouches. 4 Clinical 'pouchitis' has been widely recognised since.3 5 '3 It is characterised by diarrhoea, sometimes containing blood and often by long remissions between relapses. Only a few patients have sustained symptoms. Some patients also have fever and malaise. Abdominal discomfort is uncommon. Although extra-intestinal manifestations such as arthritis and skin lesions are infrequent their intensity often parallels that of the intestinal symptoms.'4 Diarrhoea is the major clinical problem and may be severe enough to cause dehydration.
Defining the pathology of pouchitis The proportion of patients described as developing clinical pouchitis after continent ileostomy ranges from 16% to 30%9 '5 while even larger variations (7% to 33%) have been described in pelvic pouch patients.8 16 These wide differences reflect the need for a uniform diagnostic standard, a requirement which was partly satisfied by the development of an endoscopic and a histological scoring system for pouchitis.'7 8 These workers assessed endoscopic pouchitis by defining signs of acute and chronic inflammation separately in order to obtain a numerical grade for endoscopic inflammation. They also scored acute and chronic histological changes separately. Only severe acute histological inflammation was consistently associated with sigmoidoscopic abnormalities. ' Might bacterial metabolism of bile acids cause pouchitis? Bile acids are conjugated with taurine or glycine before being secreted into bile. Bacteria in the terminal ileum and colon (or in an ileal pouch) then hydrolyse them to their original unconjugated form. In a different reaction, the primary bile acids are dehydroxylated by bacteria to secondary bile acids. Loss of hydroxyl groups makes these compounds more lipophilic than their corresponding primary bile acids and experimentally they damage the lipid structure of cell membranes more than the parent compound.33 One such secondary bile acid, deoxycholic acid, causes a progressive increase in water and salt permeability followed by cell death in the rat colon, while the sulphated conjugate exerts a protective effect.34 Bacterial deconjugation might therefore convert this bile acid to a toxic form.
Could secondary and deconjugated bile acids produced by pouch bacteria cause pouchitis? Bile acids and pouch bacteria have been compared in three groups of patients; those with ulcerative colitis with pouchitis, with ulcerative colitis without pouchitis, and in patients with polyposis. Bacterial counts of 19 Theories on pathogenesis The cause of pouchitis is unknown. Acute inflammatory changes affect a minority of pouch patients, while the chronic changes occur in almost all. Acute changes, particularly when severe, are significantly commoner in ulcerative colitis than in polyposis patients. Moreover, unequivocal pouchitis has only been diagnosed in colitis patients. This suggests that it is disease-related and not simply due to the construction of the pouch. Whether it represents 'ulcerative colitis' in the small intestine is not known but it may be that ulcerative colitis and pouchitis have the same aetiology.
The second clue relates to the anecdotal yet extensive evidence that pouchitis responds to antibacterial treatment. This suggests that human pouchitis requires both previous colitis and subsequent exposure of the pouch to faecal organisms, or their metabolites distinct from those in a conventional ileostomy.
Pouchitis remains an important clinical problem and a fascinating model for the study of the aetiology of ulcerative colitis. Further work is clearly needed to unravel this ileal enigma.
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